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[ Abstract] Objective To observe the effect of amiloride on the proteinuria of the LPS mouse model of
transient proteinuria. Methods To establish the LPS mouse model of transient proteinuria and divide the
experiment into 3 groups, normal control group (Con), LPS induced group (LPS) and amiloride treated group (LPS
+amiloride). The concentration of protein and the expression of urokinase receptor (UPAR) and the change of
podocytes motility were detected by coomassiebluestaining, immunofluorence method and real-time PCR,
etc. Results Comparing with LPS group, the 24 h urine protein of proteinuria in LPS mice treated with
amiloride[(4.12+1.06)mg vs. (1.9940.96) mg; t=2.77, P=0.001] and Con group [(4.12+1.06) mg vs.
(1.35£0.68) mg; t=2.13, P=0.000] were significantly reduced. Observed by confocal microscop, compared
among the other two groups, a significantly increased induction of uPAR protein expression was observed in LPS
induced group. Comparing with Con group, the expression of UPAR mRNA of LPS group was significantly
increased (2.12+0.35 vs. 1.04+0.14, t=1.12, P=0.000). In contrast, the expression of UPAR mRNA in LPS mice
treated with amiloride was significantly lower than in LPS group (2.12%0.35 vs. 1.30+0.22, t=0.82, P=0.000).
Conclusion Amiloride could reduce the proteinuria of the LPS mouse model of transient proteinuria by
inhibiting the induction of UPAR expression.
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